DESCRIPTION
A previously well 32-year-old heterosexual man presented with progressive wasting syndrome, jaundice, night sweats, vomiting and abdominal pain for 1 month. There was no history of recreational drug use or exposure to hepatotoxins. Examination showed normal vital signs, a body mass index of 18 kg/m 2 , generalised muscle atrophy, oral thrush and no lymphadenopathy with an enlarged liver 14 cm below the costal margin at the midclavicular line. The physical examination was otherwise normal.
Serology for HIV enzyme-linked immune sorbent assay (ELISA), Western blot immunoassay tests and hepatitis B surface antigen were all seropositive confirming new onset HIV-AIDS with hepatitis B coinfection. Extensive investigations for other diseases were negative and relevant results are shown (table 1). The HIV viral load was high at 300 392 RNA copies/mL and the CD4+ T-cell count was low at 116 cells/mL (reference values 410-1590). Serum creatinine was also high at 4.2 mg/dL and blood urea nitrogen was high at 43 mg/dL (reference value 3-20 mg/dL) suggesting renal dysfunction (table 1) .
On ultrasonography, the liver measured 22.5 cm with multiple heteroechoic lesions in both lobes, with the largest lesion being 7.8×5.3 cm in diameter (figure 1). CT scan of the chest, abdomen and pelvis showed multiple hypovascular hepatic lesions of 2.3×1.7 cm in size in axial and coronal views ( figure 2A, B) . Ultrasound-guided biopsy with histopathology using routine H&E staining and immunohistochemistry confirmed Burkitt's lymphoma (figure 3A-E).
Diagnosed as primary hepatic Burkitt's lymphoma (PHBL) stage I B and HIV-associated nephropathy as the first manifestation of HIV-AIDS with hepatitis B seropositivity, he was classified as Child-Pugh class A and was treated with blood transfusions, highly active antiretroviral therapy (HAART) and renal replacement therapy (table 2) . Two months later, clinical improvement ensued with the HIV viral load dropping to 38 567 RNA copies/mL, and a CD4+ T-cell count increased to 258 cells/mL. His refusal of further care led to discharge for follow-up but he was readmitted 3 weeks later with severe uraemia (serum creatinine 11.2 mg/dL and urea 108 mg/dL) and prolonged international normalised ratio (2.1). He claimed adherence to HAART. Renal tract ultrasonography then showed features in the right ( figure 4A ) and left kidney (figure 4B) of grade III HIV-associated nephropathy without hydronephrosis.
The patient deteriorated (table 2) and died from a massive upper gastrointestinal bleed. A postmortem was not obtained. The aetiology of PHBL is also unknown. Recent reports have described cases of PHBL in patients with hepatitis C or B virus infection, Epstein-Barr virus (EBV), HIV or other patients with immune suppression. These factors can have a profound impact on patient care and prognosis such as in our case because this disease entity often responds to therapy with hyperfractionated cyclophosphamide, vincristine, doxorubicin, dexamethasone, methotrexate and cytarabine combination (hyper-CVAD/MTX-Ara-C) and concomitant rituximab. A careful pathological examination with ancillary studies including immunohistochemistry, flow cytometry and karyotyping may lead to accurate diagnosis. 1 2 Renal biopsy remains the standard for the diagnosis of HIV-associated nephropathy but renal hyperechogenicity on ultrasound when compared with histopathology has a sensitivity and specificity reported as 96% and 51%, respectively with the 'decreased renal sinus fat' sign seen in up to 49% of patients. 3 PHBL as the initial manifestation of HIV-AIDS with hepatitis B positivity and renal disease in an adult has been seldom reported. 
Learning points
▸ Primary hepatic Burkitt's lymphoma (PHBL) is an extremely rare and aggressive form of extranodal lymphoma but is unusual as an initial manifestation of HIV-AIDS with hepatitis B seropositivity in an adult. ▸ To date, at least 15 cases of PHBL in adults have been reported in the literature; all of the 11 patients without concurrent HIV infection had the sporadic form of the disease. ▸ Definite diagnostic or specific imaging criteria for diagnosing PHBL have not been established. The clinical manifestations arise from liver infiltration by B cells and there must be no evidence of lymphomatous involvement in the spleen, lymph nodes, bone marrow or other lymphoid structures with absence of leukemic blood involvement in the peripheral blood smear. ▸ Early diagnosis of PHBL can have a profound impact on patient care and improves prognosis. ▸ Renal ultrasound scan can help predict a non-invasive diagnosis of HIV-associated nephropathy as renal hyperechogenicity has a strong correlation with histopathological confirmation.
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